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Abstract  
At present, there is still controversy in the etiology and pathogenesis of cerebral watershed infarction (CWI). The classification 
of watershed infarction is also confusing. Great changes have taken place in the knowledge of CWI with the development of the
 medical and imaging technology. Based on the concept of the perforating artery-neural tissue units, the innovative speculation 
on the relation among leukoaraiosis (LA) (belong to white matter lesions), CWI and the mechanism of the perforating artery 
infarction formation was proposed in this paper. Based on the combination possibility of different perforating artery-neural
 tissue units,  the CWI was classified as lateral watershed infarction  (anterior cortical and posterior cortical watershed 
infarction), internal watershed infarction (anterior and interior type, posterior and interior type and interior type) and 
deep watershed infarction (deep anterior type, deep posterior type and the various subtypes). This paper suggests that 
LA might be caused by chronic watershed cerebral ischemia change,  and perforating artery infarction and CWI are the 
same strain. This inference may help us to understand the relation among the mechanisms of the perforating artery 
infarction, CWI and LA. 
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这一概念入手，探讨分水岭脑梗死的分型问题，并对脑白质疏松  (Leukoaraiosis, LA) 与分水岭脑梗死及穿
支动脉梗死形成机制之间的联系提出了创新性的推测，虽然当前 LA 的概念有被脑白质病变替代的趋势，











                                 
图 1  皮质分水岭脑梗死                                                      图 2 内侧分水岭脑梗死 
2 常被忽视的分水岭脑梗死亚型：深穿支（深侧）分水岭脑梗死 
在当前的临床实践中，分水岭脑梗死的分型比较混乱。通过对不同分水岭脑梗死类型进行鉴别分析，




水岭区，是指大脑前动脉（Anterior cerebral artery, ACA）与大脑中动脉（Middle cerebral artery, MCA），
大脑后动脉（Posterior cerebral artery, PCA）与 MCA 的皮质之交界区，而在脑梗死的临床诊治实践中，深
穿支之间的交界区并未得到人们的广泛关注，此区域的梗死属于深穿支分水岭脑梗死，即位于 ACA 与 MC
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4.2脑白质疏松是脑组织对缺血敏感性增加的标志   诸多研究表明，LA与小血管病变有关，而后者与高血压
和年龄增长等因素相关。高血压和年龄因素增加了脑组织对缺血的敏感性[8]。另外常染色体显性遗传病合
并皮质下梗死和白质脑病（Cerebral autosomal dominant arteriopathy with subcortical infarcts and leukoencepha
lopathy, CADASIL)和脑淀粉样血管病（Cerebral Amyloid Angiopathy, CAA）也会导致LA[9,10]。小血管病变
既可以导致LA，也可以导致脑梗死。LA增加脑梗死的易感性，脑梗死会进一步强化LA的表现。因此两者
之间的界限变得越来越模糊[11]。另一种可能的机制，基于慢性缺血的静息性梗死（Silent brain infarctions, 
SBI）病灶可以经历数天甚至数月逐渐进展为LA[12]。研究表明，相关动脉粥样硬化是症状性腔隙性脑梗死
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